Background
: The intake of a fatty meal acutely impairs endothelial function and this mechanism may parhally explain the atherogenic role of postprandial lipemia (PL). Since age IS another important determinant of endothelial function, we assessed postprandial endothelial dysfunction in two age groups of healthy volunteers.
Methods : We measured serum lipoproteins and brachial artery flow-mediated dilation (FMD) (an index of endothelial dysfunction) in 2 groups of healthy individuals before and 2 and 4 hours after one 50 gr saturated fat meal. Group A consisted of 14 middle-aged volunteers ( 45.14 *6.21 years old, 11 men and 3 women ) and group B consisted of 14 young persons ( 25.71*5.4 years old, 11 men and 3 women ). Brachial artery FMD was assessed with the Use of a 7.5MHz vascular ultrasound transducer. Statistical analysis was done with Friedman two-way analysis of variance.
Results : Lipid profile, baseline brachial artery diameter and baseline FMD were similar in both groups. In both groups, the fatty meal increased triglycerides We tested the hypothesis that indicies of endothelial dysfunction (flow mediated vasodilation, peak hyperemic flow) and systemic inflammation (high-sensitivity C-reactive protein, hs-CRP) are increased in proportion to OSA severity.
Methods 130 subjects from the Cleveland Family Study (OSA patients and family members, community controls) were prospectively studied with overnight polysomnography, brachial artery ultrasonography (10 MHz, Acuson AspenTM), and hs-CRP in a clinical research facility OSA was characterized by the apneaJhypopnea index (AHI). Outcome measures included percent changes in flow mediated dilation (AFMD) and peak hyperemic flow (APBF), and log-transformed hs-CRP. Relationships between the AHI and outcome measures were assessed with univariate and multivariate analyses adjusting for age, race, sex, and obesity.
Results The study population was diverse (51% Afrfcan American, 51% female), young (48 +18 yrs), and obese (body mass index 34 rli kg/m'). Univariate analyses showed that increased AHI was associated with lower levels of APBF (r=-0.46) and AFMD (r=-0.30). and with higher levels of hs-CAP (r=0.34) (all p's ~0.005). After multivariate analysis a significant negative relationship persisted between AHI and APBF (pcO.05). The relationship between AHI and hs-CRP, while significant after adjustment for age, race, and sex (p<O.O05), was attenuated after adjustment for obesity (p=O.20). Excluding subjects taking medications from the analysis and considering hypertension and diabetes es covariates did not materially alter the results.
Conclusions
Hyperemic brachial artery flow, but not flow-mediated vasodilation, is reduced in OSA in a dose-dependent fashion. Elevated hs-CRP levels occur in OSA but this is partly explained by obesity. These findings suggest that systemic inflammation and resistance vessel endothelial dysfunction may contribute to OSA-related CVD. in hypertension and heart failure, we determined the feasibility of recording WI and measured its intra-and inter-observer and temporal variability.
Methods: The right common carotid artery was imaged (7.5MHz linear array probe).
Diameter (from wall trackmg of anterior and posterior wall displacements) and flow (from integrals of colour flow Doppler) were measured at the same site (Aloka SSD-5500). WI was calculated off-line; vanability is reported as coefficients of variation. Feasibility is reported from 115 subjects and variability from 61 normal subjects (median age 34.0yr) who were each studied by 2 trained observers on 2 occasions 2 weeks apart.
Results: WI could be measured in 96% of subjects. The first peak of WI coincides with acceleration and increasing pressure during early systole, and is a forward compression wave reflecting LV contraction; CV for intra-observer reproducibility were 5.3 and 2.2%.
Inter-obsewer and temporal variability were greater (CV 12% and 31%). A second peak of WI is caused by a forward expansion wave related to deceleration in late systole; its intra-observer CV were 24.1 and 21.9%. A negative area in mid-systole is determined by wave reflections from the periphery and Influenced by vascular resistance; intra-observer CV were 33.1 and 34.0%. An index of arterial stiffness (beta) derived from WI had intraobserver CV of 19.3 and 13.7%; inter-observer and temporal CV were 13.2% and 25.4%.
Conclusion: Non-invasive assessment of WI is feasible and gives reproducible information about wave travel in early systole and about arterial stiffness. WI in late systole is affected by considerable blologlc variation. WI may give new insights into changing ventriculo-arterial interaction during treatment of hypertension and heart failure.
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Methods and Results
Confluent (-85%) monolayers of HCAECs were incubated with serum from 9 nonsmokers and 15 smokers for 12 hours with or without the addition of free radical scavengers, cell-permeable polyethylene glycol-superoxide dismutase (PEG-SOD, 3OOUlmL) or PEG-SOD+PEG-cat&se (lOOOU/mL) or tetrahydrobiopterin (B&. 2OuM)(an essential co-factor for eNOS) treatment. At the end of incubation, NO availability, eNOS protein, and eNOS activity were measured from the same culture by standard techniques.
HCAECs Incubated with smokers serum alone showed significantly lower NO level (0.02*0.01 versus 0.07iO.01 uM/pg eNOS/mg total protein, P<O.O07), higher eNOS expression (3908*269 versus 2182*281 pg eNOS/mg total protein, PzO.005) but lower eNOS activity (0.25kO.03 versus 0.50+0.08 pmol L-citrulline/min/pg eNOS/mg total protein, P<O.O05) compared to nonsmokers similar to our previous findings in HUVECs.
In smokers, PEG-SOD or PEG-SOD+PEG-cat&se or By, all significantly (P<O.O5)
improved NO availability and eNOS activity. A significant decrease in eNOS expression was only seen with PEG SOD+PEG-catalase treatment (PcO.005) while PEG-SOD alone trended to increase eNOS expression. In nonsmokers all of the above treatments had no significant effect on any of the parameters. 
Conclusions

